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Abstract

Hepatitis B virus-related acute-on-chronic liver failure ( HBV-ACLF ) is identified as a complicated

syndrome with a high short-term mortality rate that develops in patients with HBV-related chronic liver disease regardless of
the presence of cirrhosis. Meanwhile, HBV-ACLF is characterized by acute deterioration of liver function and hepatic and/or
extrahepatic organ failure. This disease is associated with systemic inflammatory response, but the exact mechanism remains
unclear. The hypothesis of "triple attack" is a relatively recognized theory for the development of HBV-ACLF, in which host

immunity plays an important role. This review will focus on the current development of innate and adaptive immune responses

in patients with HBV-ACLF.
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D] 4 35Kk 45 i, DX A28 P S ) 3 0 TR B i TR 22
B8 & AT = 8 ( acute-on-chronic liver failure,
ACLF)EXZZ SR RS — . WK 25,
DU T3~ 2= A8 e AT e g K B :]lﬁ%'%éﬂﬂiﬁﬂﬂjfﬁﬁﬁ
FUEHA SR AR ACLF 7645 BT 76 X 3 345
—EINAT H T HA TR A 22 57, AL 45
K N BT R 9% B (hepatitis C virus, HCV ) J& 3t |
AT 26 555 (hepatitis B virus, HBV ) JEYL &5 | [K it
BRI RS T A ANRE S K R HE X 18
PEIF9 5 K UL HBV Jg& 2 5 =, HBV PR30 29 16
I G AN L 2018 AR A [ FE A 2 8 T 48 i
5% /NH ( Chinese Group on the Study of Severe Hepati-
tis B-ACLF,COSSH-ACLF) 5 Yk 2 Hi 2 U % A ¢
1 & P BT 3 4% ( hepatitis B virus-related ACLF,
HBV-ACLF) B2 Wik e, B 7 HBV L 51 iy
PR (CELHG HREAL AR A AL ) B B, B

A28 B R A KA L4 (82270631)

DIRE BMERACER I P IE ST b B i ) — 2 A
AT R R SR B PRZE A3 AR

HBV 2 Pl HOTME A5 07 A S e i 0 20 1
BB LE LA B HBV At Rt rh & 4 £ 5E
HBV 570k CD8 * T kLA AEIE " 1 T 40 A T ik
W24 FE5CT HBV QL8 1 {k, HBV-ACLF
KRR — B AR S 2l A, AN R AR B
Bt sz S AR A e 25 57, AL o8 AN Tl 47
TEAR R, =TT dr2A Ul ” B8 A, HBV
i A BN S PR AE T, I 5 T RRR
KES I, T 5158 J5 22 3 40 M 2 O6E
inflammatory response syndrome , SIRS ) F14¢ £ it &
K ( compensatory anti-inflammatory response syn-
drome, CARS) "™ &5 ; 52 i S W B4 2 28 B 1R A
AR 0 B A, 3 JPL AR R I sk 4451 473 5 ACLF
FECE T TR ffe 2 8 7 Y 2 PRI X 200 1 oy RS I, P
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BE R ILAE 3 — 25 T = 4t B 4 40 , T8 B PR A0 26 o
B bk AT R Ah, B B A2 BRI 23 IS S
HBV-ACLF B RNEH 7 —EZ 17 28 b e
REGPRIAT I RV TE HBV-ACLE J 1 i
Jee g P A AR OGS A AR R AR
WP B AT H AT AP B BIAS SO
W1 A7 B9 B 3 W A 5 A HBV-ACLF & AR &% i v
AV IR AT

— HBV-ACLF ) 4 G2 HL I

1. DAMPs Fll PAMPs K FHAH T8 sl K 5E 2.
Ji : 76 HBV-ACLF %5 #2H, HBV iz 18 5t i ) g
SEAR R TE EOR TR 5y 67 e B AN TR S I
S8 i R TSR S T T R TG D A A DG 3545
7 ( pathogen-associated molecular patterns, PAMPs ) , 5
R E R R SZK ( pattern-recognition receptors, PRRs)
555 R BN AR RN, 3 U 5 5 A S o A5 20 i
FET LU, i — DR T RS R 2
KLfA& DNA | & iE 5% 3 % & 11 (high mobility group
box1 , HMGB1 ) 254115 AH 45 2 437 ( damage-associ-
ated Molecular Patterns, DAMPs) , SEUKEAE 4 41 i
P, an 43R (L) -1 116 A1 TL-8 2 5 1, JE
PR F- M5 B SIRS'' . HMGBI & — i fiE 4
P, Hu % % 3 HMGBI 75 5 Jif % Jo HBV-
ACLF 13 K F- Ik, 4 78 Hon] £ 2y HBV-ACLK
WA CHR PR SR YT RS AL AR L, ALK LUJE R
FIE R T Bl o 1 kR LA Hy 3R CARS (IR & 4%
P 27 4 5E ( mixed antagonist response syndrome,
MARS) , HLIA LA 4 By 32, HE 30 S 8 BRI, 34 Jom
SR RS , I e ZH 2, e 23 I A R

2. B ZHML: HBV-ACLF f835 SA% 4 M i1 40 =
W IIREAATERE ST , H I RE % AR 32 N2 i i
DR #Jf (human leukocyte antigen DR, HLA-DR) . Hij
Y| IR & E 24K 2 (prostaglandin E receptor 2 ,EP2) [ 7]
%1 CD100 (soluble CD100 ,sCD100) 7K - FIfELE &
£ CD100 ( membrane-bound CD100, mCD100 ) £ X+
P42 HBV-ACLF 2 HLA-DR k&R S
HO AN B WA (macrophage , me ) B4 42 i
R Siaz ' [ HLA-DR B9REA% S50 AN BL 15
JEAR S CX-C I JF AL N T B & 10 (C-X-C
motif chemokine Ligand 10, CXCL10) 4 4 20 }g
T, C-X-C #HF#afb R 7524k 3 (C-X-C motif chemo-
kine receptor 3, CXCR3) Sy H. %A, CXCR3 * B4 40
ffi#E HBV-ACLF K CHB 3% i i 2 i F-{elt e i
(healthy control,HC) #f'"*' , FHIKr EP2 W] {3k HBV-
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ACLF 835 A i 5% 240 0 43 W6 3% V4 A i 2, 3
HAFWEINRESZ A0, X8 i JL Gl 2E ) ks 1) i 988 5 vy o
6. Zhang 2510 TN S ™ 4 4 2 B 1 S
sCD100/mCD100 2% ffif, {#i CD14 4% 48 Ml 2 i 5k
I, AT BEAF T HBV-ACLF B E WA AF, HAA% 4
i@ _EJH MER B & R IR ( Mer tyrosine kinase,
MERTK) , 3 11 98775 4H PR -1 5 i S 4 i 5] L BEL b
Toll £ 57 {4 ( Toll-like receptors , TLRs) i 7i& Al />
IS8 AR PR 7 1) 7 2 Sl il S i . — TR T T
347 f4i] HBV-ACLF & & By 0F 5% % B0, B A2 20 I 5 bk
B 40 g EE /B ( monocyte-to-lymphocyte ratio, MLR ) Ff
=5 90 d BT R B E A O, 4278 MLR 7] BB AR
HBV-ACLF &35 /™ 8 P2 E 1) B I bx 7

3. ECWE ML T E P A me SOFR Ny P B
(Kupffer) 4 i, BA Z PR 800, 2R I8 T
SN B AN . me R3S M1 M2 )
REFHEC YR AY, M1 BAT 2 RARIE, 73 AL A 5,
G54 TP PR A L K B A% A R S ERLA 20 L S AT i —
oA me  SEHEALIAR ) SIRS J Jig s M2 HA R
FRIE FEA LU DD s b R BRI 5
Bk CARS \MARS % UIAH G, #E HBV AH G i
JEd AT, B TN EiE 3 (chloride intracellular
channel-3 , CLIC3 ) i 14 #% [ ¥ kB ( nuclear factor kap-
pa B, NF-kB) 4% mg #4624 M2, Fh& iy M2 L)
HBV-ACLF A R BUS A o 1l 5 15 30 4
BT A Fl CHB 3%, HBV-ACLF {3 M1
LA, $278 M1 S 9 CD86 | 75 T 2 — 4 AL &
4 (inducible nitric oxide synthase, iNOS) I} Z J}
=, H'5 CHB (835 A0 L A8 AT i 3, {2 48 I+ IL-
18, 1L-6 FIMEE AL I F o (TNF-a) ZKF- 1 35 /5
faRE N, T 40 2 7 TL-10 7K F 5 Z RA%, R 1
HBV-ACLF &3 ', mg ] & 510 [n] T~ 53 fb A2 48 %
T, SEARE SN IR AR 2 RS EAE
TE2: 5, ATREFH T-99 A HBV-ACLF 83 i 2b S 352 4R
AN, B M1 B v B2 75 JH I 248 J ™ 1 £
FER, W3 M2 L T s, B LA A 52 R ROIR
A, R R AL XS g S Gl 26 0 1 B Sk e ke g
TR FET- B2 T, 2 41 HBV-ACLF £ 53 51
HeZ k4 i £ V5 i Rl 7 ( granulocyte colony-stimu-
lating factor, G-CSF) 5 FrEIR YT, MHAL TARUEIR T
4 ,G-CSF{GYT 41 180 d A= A7 3 2 Ty, M1 {2 R
FAVD FH AL, M2 MR R B E T, #278 G-CSF
AR HE mg 434k R M2, HLEAAZ 40 i 43 1 02 48 1R 1 g
J1R R, KW G-CSF AT fig iy HBV-ACLF &3
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AR TR , (AR — g

4. B AR 4 B . A 50K 41 Y ( dendritic cells,
DC) 7EA 20 - B 05 240 R 7 S R - T, vl 43
& JiRE DC (myeloid DC, mDC) , i A7 2k 5 ik 12
FET-40 L 1) 3 20 g B DC ( plasmacytoid DC, pDC)
Zhang % F5E & 8L, ACLF 83 +f DC 40 7T M 1f
IEF% 2 HFNE, 6 CD8 ™ T 4 g 43 i T HE % y (inter-
feron gamma,IFN-vy) ,ﬁﬁﬁﬂﬁ%ﬂ?ﬂ]fjﬁ{%[m o mg
DC 43hfy TL-2324 [ {E g6 Bl T17 40 \IL-17 K
AL S8 R F 9 Y Bao 4512 % B HBV-ACLF
FEE 0 L AN BARZ T i SR YR Y DC ( monocyte-derived
DC,MoDC) 1 IL-23 5 EFF5 , 544741 HBV-ACLF
BF R, B A IL23 BT, BRI ar
MoDC 5 1L-23 7K 5 HBV-ACLF 8 3 307~ S 4
TNAEDG . DC AL 2 18 A7 17 2 /5 B 0 Ak 40 i 2% T A
W, HLA-DR .CD86 F1 CD54, 7¢ T itk [ 40 Jfd )
W GOIR BT R R AR B, Wu P R
CHB 8 sl filt B3 th A, ACLF B35 iR R i A5 i
Yy o R H DC AERR T 48 M35 5 A1 A= B
INF-y {TfE 77 1 2 30 B 2 i i 43

5. AR : A R34 (natural killer, NK)
MR I8 T B 88, JC MHC PR, 2 A e —2K &
YN, NK 404 & CD56" F1 CD56™*" 4~ 1.
#E,CD56"" |5 NK 41 90% L) I, & ¥FE A0 M F:4E H
HAERA A PE . NK 408 o] B ik o fL R S50
PR P AE T, HAR A G Pt 5 Fas/Fas fig {4
TNF-o/ TNFR-I  TNF #H 5 8 7= S it {& ( TNF-relat-
ed apoptosis-inducing ligand, TRAIL )/TRAILR il
NKG2D/NKG2D fig{&45 5", #£ HBV-ACLF =&
NK 4il it Ko ohfig & ™ Li 2 R ge &
L, HBV-ACLF 35 4 Il NK 2 WA 2 2 ek 2,
CXCL10 ¢ ¥ NK 20 f WP BE PR 1=, NK 4 ffd ek 2> 5
HBV DNA JKP-Fg s = E AR E A OC, ARG
B Ziffd ( natural killer-like B ,NKB) J& M NK 41l g F1
B 41l g 43 5 3K 9, NKB [ FF /&5 7T fig J& HBV-
ACLF B #WUR A R EEE R .

6. FP RN I - A RIS AIE S, v e A0 L it
B 40 M tb fE  ( neutrophil-to-lymphocyte
NLR) ' ** % NLR %54 CD200 3244 ( CD200R)
S5 HoAth 48 bR AT AF Sy HBV-ACLF i35 9l J5 45 i W) o
Wu 2550 47 45 HBV-ACLF % 18 55 v 46 200 0 46
XPTHEC 30, A Re 7 B Sz 4, (B b Mk
20 M8 ME Ab i 4 B ( neutrophil extracellular traps,
NETs) ¥ RE S 38 hn . o5 — I 5% & 3R, 32 51T 40 ifd

ratio,
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BEl HMGBI 45 DAMPs , A] 4% b Vb 48 i | Y TLRs
WU, {2 3 NETs A= i, i = 240 468 05 & b 3
Kupffer 214 W4 942 46 40 M B 77 . Zhang %7
WF5ERY 9 1] ACLE R v, 8 i 5 s Al HBV 2,
gE S PRI - A TLR 7 fFFREfL5 ACLF g3
RIBFFIEZ 5 ACLF 3% TLR3 Ik TFRE, hEk:
A nS 22 kLA F CXCLL i $%, CXCLL nf 5 H 3%
MY CXCR2 %54, 5548 vh Mok 20 L, 5 hn 3% M 48
(reactive oxygen species, ROS) 43 . [ 1f caspase3
AHOCUR T30 B% , SO R4, 72 ACLF 83 IfL7E
FFHELHA k30 CXCLL 52 1, i Ae /N B A
WA, I H R CXCLL ] 30 5% rh ok 40 iy
WA FA 45 % HC &% CHB 41, HBV-ACLF i
# PP KA M T B CXCR1/2MR 5, 5 TL-8 A2 A
BERIARSE O ACLF 3897 )7 AR T HF5u Lt

7. WAL ) 28 L B A T 28 L ( myeloid -
derived suppressor cells, MDSCs ) +& & 5 > 7 i) — B
S PEANNG , FA S SR AR T, AT AR A O 4
CD3L HEANT T 29 e ™ o M ALK Z 5 e 0 |
96 S5 RTINS | R A R A B A oA 2 B 955
Sk MDSCs'™ | A A b S 32 B2 43 Ay 40 A
MDSCs ( granulocytic-MDSCs , G-MDSCs ) . B4 21 it &
MDSCs ( monocytic-MDSCs ,M-MDSCs )2 5 i
— /N4 HA MDSCs RRAE B 5 BT AR 40 M, B FR
“early MDSCs” ') Yu %' B9 % #% HBV-ACLF
SR HFIEFI ML G-MDSCs He {3 B35 T , @k
- MDSCs 5 HBV-ACLF 8 25 FH X %5 22 14 J 151 7
JEAHE M, G-MDSCs 38 iof Ml W i 2, 3- 00 46 il
(indoleamine 2, 3-dioxygenase,IDO) {E 513 g4 T
21 g A A IFN-y (977 4, HBV-ACLF % G-MD-
SCs 75 W41 B A E AR R, 38 T 53 1 5 K
P, HBV-ACLF £ 3# M-MDSCs $ 34 3 3 3 i fo s
IHIRAE , AR T 40 MG 58, TLR3 sl 5 vl 0
e

— \HBV-ACLF 13 i P S HL

1. CD4™ T kU4 M. CDA ™ T 3k [ 40 B AR A
B T(helper T, Th) 40 d, £44% Thl \ Th2 \Th17
Th22  yEE P55 B T (follicular helper T, Tfh) 41 g
FIVE 4 T (regulatory T, Treg) 2 1 25 20 L W ¥ .

Th17 4 g 32 TL-6 55 41 g 5 - i 45 , 38 3k 0
IL-17A IL-17F \IL-23 | TNF-o 55 R E N7 & HEAE R
PEFY o Zhang 1" % Bl HBV-ACLF %% 414 ifil
FIFFAEH Th17 40 Jf %50 35 38 i Th17 40 g Lb 451
S0 405 8 5 B S AH OG5 e A0, BIF 54 s v
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TAUGPE R A5 FSRA ) T 20 i 35 A il I8 5~ (V-
type immunoglobulin domain-containing suppressor of
T-cell activation, VISTA ) 53k &K 7] GEJE 17F Th17 4
MUEHE ™ o PROMSEER A B, IL-17 AT LA mDC A
PAAZ AN, B H A3 TL-1B8 . IL-6 , \ TNF-a A2 11.-23
S A AL o

Treg 20 il 38 & 73 W % A6 A= K I 7 B (transfor-
ming growth factor-g,TGF-B)  1L-10 VRS RN
2, Tan 251 &30 25 HBV-ACLF 515 i#F J@ | Treg
5 Th17 S IEARG, B2 @it '™, B Treg 1l fE 17
TE AN S ST 43450 {5 Treg/Th17 4 i
%, PR P A LRIV, S AT , b — D I E R
b o

Th22 4 LA 3222530 TL-22 S HAE . ARSMIFSY
W, IL-22 i@ af Thl7 40 A me 40 fE {2 F HBV
TR SAE SO, I I A0 7 AR AR 4 A B RN 2
PERIER Y . Th22 20 K HAM G 40 R 7 Al R £
HBV & e 1o F vh %% 45 JF JUE 48 4 1 20, R A
HBV-ACLF i B rh 9B ae i Mo %51 k3
HBV-ACLF £ & &b & i Th22 4 it i 3 A0 . i 3%
IL-22 7R3 N TL-22 " 4R 22, i 3 1L-22
Fhie 5 HBV-ACLF 8 25 2 05 /™ 1 72 B AH OC SN R
s B ARG (AR E— R R

PEFR Y Tfh 40 i 7E HBV-ACLF /&35 v L ] 1
T HC 4l o B " CHB 41, HC 41 H11
B4 CDA™ T 4 /E HBV-ACLF £ 2 20 1. 3 B3
Al AkA Tth 40, X — i F2 m 4 TL-12/21 A
UG SR Tth 40 i1 A] LUy HBV-ACLF &%
TR IETT LS Y

Yu S TR HBV-ACLE 3025 iy R
1Y B/T Ik I 41 Bt % 96k ] 7~ ( B- and T-lymphocyte at-
tenuator, BTLA ) 1 2 Th&7 , 5 ¥05 ™ E AL Bl 2
IEAHSG, BTLA @i CD4™ T 46 i i) 3% £k | 39 58
A3 WA A L PR 1 7 A EE A g #E CD4 T T ik L 40
HIRPHT: 2 P42, TS CD4" T Ry FE3E ™,
Ja77 BTLA B INE ) e AT 5B B iR 97 HBV-ACLF
AT E R I 2 —

2. CD8"T 4fiffl: & LAFEWT 5T, CD8 ™ T 4 il 72
ACLF 5 AM& i b g HOW RIS Ak 2570
T AT T 4B SZ K (T cell receptor, TCR) X
AR, —3i 5 i) HBV-ACLF (8352 5058 R
TCR JFE7E HBV-ACLF Jif2 b sh 257481k, B 2 A 1
TR Li A BRI R B CD8 T A0 MLV 0
/DRI RE S HBV-ACLF J8 35 194 A7 R ARAH G, FE )7
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PEAEMIAET- 25 1 1 ( Programmed death-1,PD-1) 3%
TEWG AL T 4Rk ARk PD-L1 (PD-12, 7E T k[
20 0 3% A G N A0 i PR 0 B v Y S 4
PRI o Yao 45 i@ 240 )7 4 B4R HC 4,
HBV-ACLF £H #£3% CD8* T 4fiJfi ( exhausted CD8 " T
cells, CD8 " LAG-3" T 41 Jfl) . % Jh &, H IL-2,
IFN-y \TNF-o S48 M 1R 53 WA e ) W 28 T B, 5%
9o Je A SR B S Ay RS AR

1t HBV-ACLF {35, CD8 ™ (1) 4 il 2 M T ik
L 4 fifd ( eytotoxic lymphocyte, CTL) I\ A &S5 BUF
AN ARG 0 BN T Ik EL AR, AT B A A 4
M 8% 38 13 Fas-FasL 1542 8f TNF-TNF 3% {4 ( TNF
receptor, TNFR) i A2 175 ML AN I 1= /£ ACLF J5
FE LT, PD-1 (3 3K K 35 B A, 052 1 X% CTL
SRETE R SR I AR e A [
F1E HBV-ACLF 1y & pl il vp BHoA B2 /E T, i —
AHIFFE X SE A 1 VR FHHILT AT B TR A BR AR I 50
(R BRAE B AR, JF 0 IF AR R YT SR I S e
SRR o

3. REMEAH OGS T 40 L BEBEAH A AZ T 40l
( mucosal-associated invariant T, MAIT) J&—7#fh3t4b
TRSFR) T Z0HEE B i i TCR %R 250 B & A2
Mo LENZME I, MAIT 400 A] 43y CD4* CD8 ™,
CD47CD8 ™ ,CD4CD8 " #11 CD8 ™ CD4 ~ ( double-neg-
ative, DN) 4 41 g W1, Hovh A CD4 ™ CD8 " MAIT
AR 3 7RG s b B PR F D T
it 4 113 1L-5 SR BUB . Xue %
SEYRYSUE HBV-ACLF f835 41 A i MAIT 48 ] L 451458
CHB 35 F1 HC 2H i % P AIC, HBV-ACLF 173 41 &
H MAIT 41 J LY ) 4 8 T2 41 58 3 B g 16 5, 3R
MAIT "] LAfEly HBV-ACLF #USAREY)

HBV-ACLF F8 5h & i A% 40 rh T 40 i
it Toll #£5Z 1K 4 (toll-like receptor 4, TLR4 ) &1k i &
B, 5 B W i e AR A S IRLL R | PRArifiEdL
[V AH (international normalized ratio, INR ) Z£38 47 il 1E
AHOC; RSN 5 , {1 TLR4 e i3 HBV-ACLF /&
# Ak I BA K% 40 i ( peripheral blood mononuclear
cells, PBMCs) J5 5 S ML CD4* T 40 M F= 4= K i
TNF-o, JE T SEFH4 Y

4.B PRELZHAE . 7E HBV-ACLF %9 (% 3 I PE f
FERL LT R 40 R o =, H T %
SETE T AR, T B 40 52 v 7E HBV-ACLF &
g B VE FH RS i AN B A

Farci %% 585 3 32 X B AT 2 BUIF R AMIE 2
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P T 324 ( hepatitis B virus-related acute liver failure,
HBV-ALF) 1) 2 # A3 ,4 B N2 K 2 15 AR A 20
ZUHATHI R B, HBV-ALF 35 P 8P A2 6 B i
B LS, AE T A0SR B 20 i A= B ) i
21 it 22 1 1Y £ P A% O 5T R (hepatitis B core antibody,
HBcAg) i AU B e BR A 1 M AR sk e
G P, UK HUE PR B W) BOE +MA, BUIT
YA S, A R B, R R R EA
S B A AL S B 1 3 8 ) HBeAg & SRR 1Y
HBV JRYL 551 S, 45 R L] B 4 M v] RE7E d 4
e h & AR, S 52k B 40l HBV-ACLF
Y S A S AR FH AL S (L i AT 58 LAl

Yan 270 fiff F|F — 8 0 ¥ ( next generation
sequencing, NGS) 4l HBV-ACLF & K Xf IR 2H
PBMCs 7' B #fi i 5% 12 ( B-cell receptor, BCR) H_#p#kt
JEIX 3 (CDR3) FE A fr Beiy 2 284k, 45 1 % W] BCR
CDR3 ZZH: (V) 2R (D) M RE () A V-] £
R B s AR fE ACLF 4 Fn X RE4H 2 () A7 7F i 3% 2=
S, 487 B 4L SN n] REAE HBV-ACLF it 2
B E—EMEN ., Zhao %' B RIXF LA HBV YN
BRI ACLF f8 5 1Y 2 K A0 A il o3y, € X
B A, & B ACLF 85 JIF N B 40 S fE R B
SRS E , 40T B AUAY 1L BRI, CD27CD21 4
WA 1Z B 2 il ( CD27CD21 atypical memory B
cells, atMBC ) Hufdil e , CD27 CD38 3 4 it 14 1 43 L
T s AR OGN M SR 5 T il 25 7 1 B W ™ o A
JEFRPREIEA DG, $E7n1E ACLF dEJd #&h, B 41
MAFAERS SRR AL I 5 B P R AR OC (BAT 5
URSLIRE B 4 7E HBV-ACLEF &5 Hh iy ELARAE
B, SFHIETEA AR TR A

= Rg R

HBV-ACLF £ 1 fa 8, B S8 3 b, N
BHEEBIRITIF UM IR M e 2R 7 T %8, IR
ARANRIT 259, Wk ff 54 SNA RORIR T R
HBV-ACLF % & — A 3h S A2 2 e i 72, B4R
BL B R o3 LA AN [ 04 e ie B AR SPIR AT A B
I RIF 5 0 B A, H i BIL R 22 4 o8 oK 58 4 1
ACLF Jf L1, ML LA S AE PR 7~ X2 o JEE f g8 e
IR 3, W25 T Rl Y e MG YT s R AR 4
PUAR LG BRIFE A 3, R XRG4 i, 290 ek R4 i 4
PEIIRIT o HETFSEAETE LT L R : OHBV-
ACLF B#i2Wr AHREAFTE 22 573, 25 IR 4 2R
FIAREA R s @QHBV-ACLE {5 14 41 J& 1 K2 JHT I 4
vtV DR G BV 5 o | SR o P A i (TG RE7AR L
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PTG T LS B T 4 2 v e 8 240 i 552 P A2 Al 3
ZHWT 52 5 vh e [ A7 G 58 S i B P e i P T
2R, B AR ) £ FIBLRATIR B T s OB X FE
AR PRI FF AR S S e 200D A e DR 5 el R A A
TEIZI A I FE R AR I ABLR A 5 B
HBV-ACLF /N B Rk =, BRI T G e A F 52 itk
Ji 5 (© 5 AR AR 23 G 5 200 MM K% A4 i A1 5 F) A TR AL o
WEZ R T, AELJE FC e R v AR W o s ST 5T
[E-S= W W (e o b S Al S A LT ) SR
B Pyl RA2 97 5 BN 4 BB 25 i I HBV-ACLF
SBE IS i R Y 18 A5 2% 0 0 S R, LA
W58 2003 12 B BB SR B R Ak, 3RS [R] 0 301 If
(] BT A T R A, R T 0 A S B A i
i AL 1R T SO S AR B S iR T T R,
RS W B A A R SE R ACLF A= 77 I [ 2
AT 2 BB AR

2 & W

L RBER], B R E, IRE 4. 1 &M 3258 09 R R 2 SL B K A L)
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